Basal 24 hour urinary kallikrein excretion of 20 patients with uncomplicated essential hypertension did not differ significantly from that of 18 normotensive age-matched control subjects. 4 of the 20 hypertensive patients, however, had low kallikrein excretion. Furosemide (40 mg i.v.) caused an increase of urinary kallikrein excretion in the normotensive subjects and in most of the patients with essential hypertension. The stimulating effect of furosemide was less pronounced or even absent in 7 hypertensives. No circadian rhythm of urinary kallikrein excretion was observed. There were weak correlations between 24 hour kallikrein excretion and urinary volume (r=0.59; p< 0.05), and potassium excretion (r=0.51; p<0.05) in the normotensives. In the hypertensives correlations were found between 24 hour kallikrein excretion and potassium excretion (r=0.51; p<0.05), aldosterone excretion (r= 0.57; p< 0.01), and creatinine clearance (r=0.59? p < 0.01) . Our findings do not support the concept that the renal kallikrein-kinin system might play a primary role in the pathogenesis of essential hypertension.
In conclusion, we found low kallikrein excretion only in a minority of patients with mild or moderate EH. Possibly,the reduced kallikrein excretion found in a proportion of patients with EH is secondary to the hypertensive process and not related to its origin.
However, since racial differences in kallikrein excretion are known to exist (9), low kallikrein excretion could also be due to a genetic determinant.
Thus, patients with low kallikrein excretion might not represent a homogenous group, and at least in some of the patients a genetic component might be responsible for the low kallikrein excretion.
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